Blunt carotid artery dissection has been reported as having an incidence of 0.08-0.4% out of all patients presenting with trauma [1] . Embolization secondary to the dissection, however, can have devastating effects. Cervical artery dissection is responsible for up to 20% of ischaemic strokes occurring before the age of 45 years [2] . We discuss the presentation, diagnosis and treatment of this condition.
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A 45-year-old man, who was competing in a motor-cross event, lost control while travelling over a speed jump. He hit a wall and lost consciousness for 5-10 min. Initially he complained of left-sided headache, nausea and lateral neck pain.
Seven hours later he presented to the emergency department with an increasing left-sided throbbing headache. Continuing neck pain and nausea with new onset of dizziness were also noted. His Glasgow Coma Scale score, which was initially 15, dropped to 11 (verbal -2, motor -5 and eyes -4) and he developed hypertonicity on the right side.
A computed tomography scan of the head showed a low attenuation area in the left temporoparietal lobe (with dense middle cerebral artery), consistent with a left middle cerebral infarction. No midline shift was observed ( Fig. 1 ).
An initial left carotid ultrasound scan showed normal flow in the common and external carotid arteries. The left internal carotid showed extremely high resistance, low volume, and thump-type flow. The right carotid system was clear. A duplex Doppler scan showed findings consistent with a dissection of the internal carotid artery, with only a small amount of flow up the high-resistance true lumen. The internal carotid images suggested that the middle cerebral artery had spontaneously recanalized.
The patient was initially treated with aspirin and subcutaneous heparin. On transfer to the ward by the third day, he was alert and responded appropriately to instructions. He remained aphasic, however, and had a dense right hemiparesis. A repeat Doppler on the ninth day after injury showed that the left internal carotid artery had completely occluded beyond the 1 cm stump. He was warfarinized.
Internal carotid artery dissections can be defined as spontaneous or traumatic [3] . Traumatic dissections most commonly occur in motor vehicle accidents with a definite head or neck injury [4] . They have also been reported following minor trauma. These include French horn blowing [5] , massage [6] , chiropractor manipulation [7, 8] , airbag deployment [9] , coughing/vomiting [10] and certain sporting activities such as blunt softball injuries [11] and taekwondo [12] .
The clinical presentation of internal carotid artery dissection is challenging. The condition may be asymptomatic; furthermore, a delay in recognition is common as the signs and symptoms can be masked by head injuries, drug or alcohol ingestion and shock [13] . The classic triad suggesting the diagnosis includes craniocervical pain, cerebral or retinal ischaemia and a partial Horner's syndrome. All three are present in fewer than 33% of patients, but the presence of two should make one consider the diagnosis [14] . Unilateral headache is the most common initial symptom and is usually on the same side as the dissection [4] . It can be sharp, throbbing, aching and constant. It is usually of gradual onset affecting the frontotemporal region. It can, however, become localized to the occipit or affect the entire hemicranium [15] .
With the internal carotid artery supplying the anterior circulation, the symptoms of ischaemia depend on the vessels affected, the side of the lesion and the dominant hemisphere. The mechanism is either embolic or distal hypoperfusion secondary to arterial occlusion.
A partial Horner's syndrome associated with pain is characteristic of carotid dissection [13] . Cranial nerve palsies occur in 5-12% of cases with the lower nerves more commonly affected. The hypoglossal nerve is most frequently affected [13] . If the dissection extends to the cavernous sinus III, IV and IV, cranial nerves may be involved.
Carotid artery dissection needs to be confirmed by radiological studies. Carotid artery angiography has been the gold standard for diagnostic tests in the past [16] . Magnetic resonance imaging has been reported as having a sensitivity and specificity of 95% and 99% in diagnosis, respectively [17] . Magnetic resonance angiography has a sensitivity and specificity of 84% and 99%, respectively [17] . These techniques are currently replacing conventional angiography as the gold standard in the diagnosis of dissections. Computed tomography scanning is not routinely used for diagnosis [13] . Ultrasound scans are useful as an initial test in the patient with a suspected diagnosis of internal carotid artery dissection [18] . They should include duplex ultrasound with Doppler colour flow and transcranial ultrasound [19] . An abnormal pattern of flow suggests the diagnosis.
No randomized control trials have been carried out to establish the best treatment for carotid artery dissection. Anticoagulation is used as a treatment to prevent the complication of cerebral embolization. This is usually with intravenous heparin followed by oral warfarin. It is known that patients treated with intravenous heparin have an improved neurological outcome [20] .
In patients who have already had a thromboembolic event, the decision to anticoagulate should be considered carefully. The risk of transforming a cerebral infarction into a haemorrhage exists. No studies compare low molecular weight heparin and warfarin in the treatment of internal carotid artery dissection.
Antiplatelet medication is prescribed if anticoagulant is contraindicated [21] . It is also administered if there is underlying arterial disease or a residual aneurysm.
The vast majority of patients are treated medically; however, a few indications for surgical intervention exist.
These include a patient with a dissecting aneurysm, which is a potential source for embolization, in whom anticoagulation is contraindicated [4] . It should also be considered if there are symptoms of persistant ischaemia despite adequate anticoagulation. This can be achieved by either open surgical or endovascular techniques.
Traumatic internal carotid artery dissection is a rare but potentially devastating condition if embolization occurs.
As emergency physicians, we should always have the diagnosis in mind. Early radiological investigations should then be undertaken.
